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Fig. 14.28 An acute lesion of polyarteritis nodosa
in a small artery in the kidney. There is fibrinoid
necrosis and an intense inflammatory cellular in-
filtrate in and around the wall of the artery, x 100.

but even without this the healed lesion may project
as a nodular thickening of the vessel wall, and mic-
roscopy then shows a sharply-defined zone of fib-
rous replacement of the artery wall.

The lesions are multiple; they occur in almost any
small or medium-sized artery or arteriole, but are
commonest in those of the kidneys, heart, gut, liver,
pancreas and nervous system, and in the skeletal
muscles. Their effects, apart from haemorrhage, are
due to acute or chronic ischaemia, and depend on
the distribution of the lesions and arterial an-
astomoses in particular sites. Infarcts and patches of
chronic ischaemic atrophy result in the heart, kid-
neys, etc.

The disease may be severe and progress rapidly to
death, but more often the course extends over some
years, with periods of quiescence alternating with the
development of new lesions. In most cases, death
eventually results from lesions in the kidneys, heart
or other vital organs.

Clinical features depend on the number and sites
of lesions, and as these are widespread and vary
greatly in their distribution, the clinical features also
show great variation. In severe cases there is fever,
prostration, neutrophil (and sometimes eosinophil)
leukocytosis and a very high ESR. In less acute cases
the disease fluctuates, with quiescent periods and
exacerbations. Lesions in the peripheral nerves (Fig.

Fig. 14.29 Polyarteritis nodosa involving a cor-
onary artery. The lesion is less acute than in the pre-
vious figure. Part of the circumference of the vessel
wall (above) has been severely damaged, with inter-
ruption of the internal elastic lamina (stained black)
and replacement of the inner part of the wall by fib-
rous tissue. There is more diffuse inflammatory cell-
ular infiltrate, x 70. (The late Dr. Janet Niven.)

Fig. 14.30 Transverse section of the kidney of a
patient who died of acute polyarteritis nodosa. In
this instance, the necrotising lesions have resulted in
aneurysmal dilatations, together with thrombosis.
This has led to multiple infarcts. x 1-4.